Trichomegaly is a known adverse effect with the epidermal growth factor receptor inhibitor (EGFRI) and prostaglandin analogue drug classes. We present a chronic Latanoprost user who developed symptomatic trichomegaly subsequent to initiating an EGFRI medication and believe this case offers evidence that the two classes of medications may cause a similar eyelash manifestation through different mechanisms.
Introduction
It has been predicted that the world cancer incidence will nearly double over the next 20 years. 1 Though chemotherapies are constantly evolving, the use of EGFRI medications may also increase. Epidermal growth factor is thought to play a role in the conversion of hair follicles from the active anagen phase to the quiescent catagen phase, regulating eyelash length. 2 Though most chemotherapeutic agents would be expected to cause hair loss, EGFRI drugs such as Erlotinib have been shown to cause a paradoxical trichomegaly (increased length, thickness, and pigmentation) of the eyelashes due to a dysregulation of this process. 3, 4, 5 Interestingly, prostaglandin F2α receptors have been shown to be expressed predominately during the anagen phase in the inner root sheath of the bulb and stem of eyelashes. 6
Case Presentation
An 81 year-old African American male presented complaining of ocular irritation, foreign body sensation, and obstruction of his visual field by his eyelashes for over 1 year. Past ocular history was significant for primary open angle glaucoma, cataracts, posterior vitreous detachments, and elongated eyelashes requiring regular trimming approximately every 2 months during the past year. Family history was positive for glaucoma in his father and two siblings. Medical history included metastatic bronchogenic adenocarcinoma, hyperlipidemia, lipoma, benign prostatic hypertrophy, and seasonal allergies. Ophthalmic medications were Latanoprost, Timolol, and artificial tears used in both eyes. Systemic medications consisted of Guaifenesin, Albuterol, Sodium Chloride nasal spray, Loratadine, Erlotinib, Simvastatin, and Simethicone.
On exam he appeared well nourished and his spectacle corrected visual acuity was 6/9-2 OD and 6/6-2 OS.
External exam showed trichomegaly and trichiasis with cilia measuring 18 and 17mm OD and OS (see figures 1 and 2). Both corneas had inferior superficial punctate keratopathy but there were no abrasions or ulcers. Besides a choroidal nevus, the remainder of his exam was similar to his previous with 1 -2+ nuclear sclerotic change in his lenses, cup to disc ratios of 0.85 and 0.7, and posterior vitreous detachments. His eyelashes were trimmed to 3mm and he was given refills of his artificial tears.
Discussion
Trichomegaly of the eyelashes has a long differential, but the main causes are congenital, acquired, and medication associated. Congenital associations include: Familial trichomegaly, Oliver-McFarlane syndrome, Aghaei-Dastgheib syndrome, Hermansky-Pudlak syndrome, Goldstein-Hutt syndrome, Congenital heart disease, Cone-rod dystrophy, and Phylloid hypomelanosis. 7, 8, 9, 10, 11, 12, 13 Acquired causes often have a nutritional or inflammatory component and have been documented in: Anorexia, Alopecia areata, Atopic dermatitis, Vernal keratoconjunctivitis, Dermatomyositis, HIV, Systemic lupus erythematosus, and Uveitis. 14, 15, 16, 17, 18, 19, 20, 21 Medications associated with this pattern of eyelash growth include: Cyclosporine, EGFRI, Interferon alpha, Prostaglandin analogues, Tacrolimus, and Topiramate. 22, 23, 24, 25, 26, 27 This patient was using two medications shown to cause trichomegaly; Erlotinib (an EGFRI), and Latanoprost (a prostaglandin analogue). According to one large series, 94% of patients developing trichomegaly from prostaglandin analogue eye drops within the first year of use develop symptoms in the first 6 months of treatment (44.6% in 6 months versus 46.2% in 1 year). 28 Although he may have had some eyelash changes during his long course of prostaglandin use, it is unlikely that this medication would cause him to become symptomatic in his 10 th year of use, and he had regular follow up (approximately every 3 months during this period). The timing of his symptoms, requiring eyelash trimmings coincided with the year he initiated the EGFRI, Erlotinib. This case suggests that these drug classes could cause trichomegaly through separate mechanisms. It is not known whether their effects could be additive or synergistic.
Plasma concentrations of Erlotinib were not measured, but therapeutic response and survival have been shown to correlate with side effects of the medication such as skin rash. 29 He did have typical changes seen with chemotherapeutic agents such as skin rash, and loss of 
Conclusion
Trichomegaly is a known side effect of the EGFRI class of medications. Clinicians should be familiar with this drug class in order to prevent corneal abrasions and secondary infections.
Patients initiating these medications should be followed at regular intervals, instead of depending on visual or corneal symptoms to guide management Though the mechanism of eyelash growth is unclear, it is potentially dissimilar to that of prostaglandin analogues.
